A 60-year-old man complaining of diplopia and vertigo showed bilateral medial longitudinal fasciculus (MLF) syndrome. The CT scan revealed a space-occupying lesion with watery fluid in the left cranial fossa, which was divided into two parts by a thin septum. Surgical trepanation was performed followed by 4 weeks of prednisolone therapy. He was completely cured 5 months later. The plausible causes of MLF syndrome relevant to preexisting space-occupying lesions are discussed.
Introduction
Medial longitudinal fasciculus (MLF) syndrome is often called internuclear ophthalmoplegia (1) , a well known clinical syndrome characterized by impaired adduction ipsilaterally on lateral gaze, nystagmus in the abducting eye, but almost intact adduction on con vergency. MLF syndrome is of diagnostic value in deter mining the site of the lesion. Multiple sclerosis, trauma, neoplasms, cerebrovascular disease, encephalitis, and diabetes mellitus have been reported as causes of this syndrome (2, 3) . An arachnoid cyst is denned by the cavities filled with fluid within arachnoid membrane (4) or between the arachnoid and pia mater (5) . The advent of CT scan has increased frequency of diagnosis of the disease, most commonly seen in the middle cranial fossa (6, 7) . Recently the reports of a combined state of a subdural hematoma (hygroma) and an arachnoid cyst in the middle cranial fossa have increased in number. The association of the two has been considered a clinical entity (8, 9) in that a subdural hematoma or hygroma may be caused by an arachnoid cyst. Here we describe a rare case in which MLF syndrome is associated with a subdural hygroma as well as an arachnoid cyst in the middle cranial fossa.
Case Report
A 60-year-old Japanese man was admitted to our hospital on February 24, 1989, complaining of a sud den onset of numbness of the lip and double vision on lateral gaze one hour prior to admission. Subjectively the patient complained of a floating and falling sensation, and nausea, but had no complaints of headache. Prior to presentation he had vomited a few times. Past medical history included left ureteral lithiasis 3 times before 1983, and sigmoidectomy for colon cancer in March 1986. In August 1986, the patient tested posi tive for urinary sugar at a routine medical check-up. He showed a diabetic pattern with 75g oral glucose tolerance testing (fasting glucose was HOmg/dl and 212 mg/dl at 2 hour). He was treated with dietetic therapy. On physical examination the patient was 160cm tall, weighed 62 kg, and had an axillary temperature of 35.3°C. Blood pressure was 180/90mmHg and radial pulse 68/min and regular. Cardiovascular and abdominal examinations were negative. He was well oriented and cooperative. His neck was supple. Pupils were equal and reactive, but on bilateral movement adduction was limited, less prominently on the left side. Jerky nystagmus was seen in both eyes; downward with upper gaze, horizontally with abduction. Convergency was preserved. Speech was eloquent. Cranial nerves otherthan those mentioned above were normal. Tendon reflexes were normal and there was no laterality. No pathological reflexes were present. Mild dysdiadocho kinesis was present on his left hand. The left index finger was slightly hypermetric in the finger-to-nose test. The patient showed wide-base and staggering gait. Romberg's sign was negative. Senses of touch and pain were intact. Muscle powers were preserved and no limb palsies were present. The urine was normal. The serum electrolytes and liver functions were normal. The CT scan, per formed soon after admission, revealed a low density area of cerebrospinal fluid (CSF) in the left middle cranial fossa which was divided into two parts by a thin septum. The left temporal lobe was atrophic and its tip was absent, but midline shift was not seen. The left posterior horn of the lateral ventricle was shifted posteriorly and slightly caudally ( Fig. 1 ). There was outward bulging and localized thinning of the left tem poral bone.
Surgical trepanation into the left cranial fossa was performed on the day of admission to decompress the possibly elevated intracranial pressure. We aspirated 60ml of clear subdural fluid. Following aspiration a white membrane emerged. Following incision, clear fluid was drained from the interior. This fluid specimen contained no red blood cells but 5 white blood cells per cubic millimeter and the N/L ratio was 7/9; glucose level was 142mg/dl and total protein was 182mg/dl. On the first postoperative day, the patient felt well without complaint of nausea and vertigo, however diplopia persisted. He also noticed that the sense of taste was disturbed, especially on the left side. Prednisolone, 40mg daily, was begun two days after operation. Two weeks postoperatively, his sense of taste had recovered and the disturbance of adduction of his left eye had begun to ameliorate. He was able to adduct his left eye and diplopia disappeared on frontal gaze 4 weeks after operation, and prednisolone was discontinued. Six weeks after admission, adduction in the left side had completely recovered, but MLF syndrome on the right side still remained (Fig. 2) . At that point magnetic resonance imaging (MRI) was undertaken (Fig. 3 ) which showed There has been only one reported case in Japan of a subdural hygroma associated with a middle cranial fossa arachnoid cyst (12) , although several are reported in the Western literature (8) .
Multiple sclerosis in young adults and brain infarction in older adults are major causes of both bilateral and unilateral MLF syndrome (2, 3, 13) . Brain stem neoplasm, head injury, diabetes mellitus and encephalitis have been reported as causes of the syndrome, but rarely are these bilateral (2, 3, 13 
